There are only few reports on proliferation kinetics of renal cell carcinoma and their implications on survival of patients. In 105 pts.(76 male, 29 female; median age 59 years) we tried to determine proliferation kinetics by means of flowcytometry and in vitro autoradiography (double labelling technique). Tumor specimen were investigated 10-15 min. post operative removal. They were excised from the marginal and central areas of the primary tumor Results: Flowcytometry revealed a diploid DNA distribu-~26/I05 patients (24%), hyperdiploid in 26/105 (24%), a hypodiploid in 4/105 (3,7%), a polyploid in 38/105 (35%), a tetraploid in 4/I05 (3,7%), a hypertetraploid in 1/105 (0,9%), a hypotetraploid in 3/105 (2,8%), a~d an aneuploid distribution of DNA in 3/105 patients (2,8%). The labelling index varied between 5 and 15%. The duration of DNS synthesis phase was between lO-2O hours. T~ere is no significant correlation between ploidy of tumor cell DNA and the histologic pattern. There is a trend for higher labelling indices in polyploid cells than in diploid ones. 85% of pts who had no distant metastases at time of operation live more than 3 years regardless of status of tumor cell ploidy. Patients with distant metastases at time of operation show statistically significant differences concerning survival. Those with diploid tumor cell DNA have a median survival of 8,5 months compared with those having other status of cell ploidy (4,5 months) In conclusion, the DNA distribution pattern seems to be of importance as prognostic factor in patients with renal cell carcinoma.
There are only few reports on proliferation kinetics of renal cell carcinoma and their implications on survival of patients. In 105 pts.(76 male, 29 female; median age 59 years) we tried to determine proliferation kinetics by means of flowcytometry and in vitro autoradiography (double labelling technique). Tumor specimen were investigated 10-15 min. post operative removal. They were excised from the marginal and central areas of the primary tumor Results: Flowcytometry revealed a diploid DNA distribu-~26/I05 patients (24%), hyperdiploid in 26/105 (24%), a hypodiploid in 4/105 (3,7%), a polyploid in 38/105 (35%), a tetraploid in 4/I05 (3,7%), a hypertetraploid in 1/105 (0,9%), a hypotetraploid in 3/105 (2,8%), a~d an aneuploid distribution of DNA in 3/105 patients (2,8%). The labelling index varied between 5 and 15%. The duration of DNS synthesis phase was between lO-2O hours. T~ere is no significant correlation between ploidy of tumor cell DNA and the histologic pattern. There is a trend for higher labelling indices in polyploid cells than in diploid ones. 85% of pts who had no distant metastases at time of operation live more than 3 years regardless of status of tumor cell ploidy. Patients with distant metastases at time of operation show statistically significant differences concerning survival. Those with diploid tumor cell DNA have a median survival of 8,5 months compared with those having other status of cell ploidy (4,5 months) In conclusion, the DNA distribution pattern seems to be of importance as prognostic factor in patients with renal cell carcinoma. In order to prove the nm~cicipation of imunol~ic mechamsms in the development of the disease, the following parameters of Qeneral and tuTor-associated cellular immunity have been determined in 10 patients with disseminated RCC and ccmpared to an age matched control group with non-neoplastic diseases: delayed hypersensitivity skin reaction (~LTI-TEST MERIEUX), dete~in~ion of cell subsets by means of monoc!onal antibodies -total T cells (Anti Leu 5). T helper/inducer cells (Anti Leu 3a), T s~pressor/cvtotoxic cells (Anti Leu 2a/b), natural killer ceils (Anti I_eu 1!). macrephages, B-cells and TI01-, IgA-, IgG-and IgM-receptorpositive ceils-and L~T~hocyte-Migration-lnhibitien Test (LMI-Test) against autolngous and homologous tunor tissue and recall antigens in vitro. Ccmpared to the control group in patients with disseminated RCC the nm~e.r of oositive skin reactions were reduced (p 0.05) and a decrease in the percentage of total T ceils (p 0.05)$ T helper/inducer ceils (p 0.07) and macrephages was observed. After nephrectcmy the percentage of natural killer cells increased (p 0.001), the other subsets didst change. In the EMl-test a tumor-associated cellular im~unity against autologous tunor tissue could only be observed in one patient, but against hcmologous tumor in 3 out of ten patients. Surprisingly in 6 out of 10 healthy controls an enhancement against homologous tutor tissue was observed, a phenomenon which w~ are going to examine further. These preliminary findings lead to the conclusion, that in disseminated RCC: I. the overall cellular inmunity measured by delayed hypersensitivity skin reaction against recall-antigens and the distribution of lymphocyte subsets and macrophages is altered, 2. tutor-associated cellular immunity by means of a reaction against tumor tissue in the LMl-test can only be demonstrated in rare cases. The mechanisms preventing the recognition of tumor-associated antigens and the induction of an inmune response against autologous and homologous tu~or tissue in spite of an only slight affection of general cellular immonoreactivity, will be examined further. We were able to detect a "coating effect" of certain fractions of cancer sertm, which probably can be respensible therefore. 
